Fuliinant hepatic failure has one of the highest mortalities among medical diseases-r82% in the first 318 patients reported from centres throughout the world to the Fulminant Hepatic Failure Surveillance (F.H.F.S.) study.-The problem of fulminant hepatic failure is also being forcibly drawn to medical and public attention in this country by the continuing outbreaks of severe hepatitis in renal dialysis units.2 Definition In the Boston study fulminant hepatic failure was defined as the clinical syndrome associated with massive necrosis of liver cells or with sudden severe impairment of hepatic function.' It is characterized by an acute onset of progressive and severe mental changes starting with confusion and rapidly advancing to stupor or coma. Jaundice appears and rapidly increases in depth. Serum enzyme levels are markedly raised, and the prothrombin time considerably prolonged. Signs of -encephalopathy usually appear within a few days of the onset, and the whole illness from first symptom to death may be less than a week. Less frequently patients are jaundiced for days or weeks before the appearance of neurological signs. The F.H.F.S. study therefore included within their definition all those patients in whom the signs described appear within eight weeks of the onset and in whom there had been no When given orally the neurotransmitted amine L-dopa can produce a distinct improvement in conscious level and the electroencephalogram (E.E.G.) in hepatic coma. 8 We do not yet know whether the alerting mechanisms in the reticular formation are mediated by dopaminergic reflexes or whether L-dopa will cause an arousal reaction in other metabolic comas.
Principles of Therapy
The basis of treatment in this condition is to support life long enough for spontaneous regeneration of the liver to occur. The liver has an extraordinary capacity for regeneration. In our and other series hepatic regeneration has occurred histologically in patients surviving over 10 days from the onset.
Clinical Syndrome
This may be considered under four main headings. The first of these is depression of brain stem function. In addition to drowsiness leading to coma, the respiratory and vasomotor centres fail. Sometimes this occurs early, and unless effective respiration and adequate circulation are maintained further anoxic cerebral damage is inevitable.
The The serum electrolytes also need frequent estimation. Supplementary potassium is nearly always needed, the amount depending on the changes in acid-base balance. A beneficial effect may result from the intravenous administration of 500 ml of 5' , sodium bicarbonate solution.2 Renal failure, when it develops, is best treated by early rather than late peritoneal dialysis. One of the most difficult problems lies in preventing major bleeding, which by causing further hypotension has such deleterious effects on kidney and cerebral as well as on hepatic function. Finally, indwelling catheters should be changed every three days, and barrier nursing to minimize cross infection is also worthwhile.
In particularly fulminating cases it may be impossible to maintain life by supportive therapy alone, and some form of temporary liver support by extracorporeal pig liver perfusion or cross circulation will be necessary (see third article). 
